of prednisone has been reduced to 12 mg on alternate days.
The use of cytotoxic agents is a recent advance in the treatment of lupus nephritis, and azathioprine, cyclophosphamide and chlorambucil have been used. They are antiinflammatory, appear to inhibit antibody/antigen complex formation and have the important advantage of allowing the dose of corticosteroids to be reduced. The principal danger associated with such drug combinations is the exacerbation of infection; in Estes & Christian' s series 13 % of deaths were attributable to this cause. Our patient suffered a severe herpes zoster infection involving the mandibular division of the facial nerve; she made a good recovery but was very ill during this complication. Prognosis: Authorities differ as to whether childhood SLE carries a worse prognosis than the adult form. Meislin & Rothfield (1968) suggested that it did, but Merrell & Shulman (1955) and Estes & Christian (1971) do not confirm this. The renal involvment carries the poor prognosis; 37 % of deaths in Estes & Christian's series were due to this, and proliferative glomerulonephropathy was shown to carry the worst prognosis, with a 70 % five-year mortality in contrast to a 77 % fiveyear survival in the total SLE population. Baldwin et al. (1970) M C is the first child of healthy unrelated parents. Pregnancy was normal and delivery at term required forceps. His condition at birth was good, he weighed 3.6 kg and he was fully breast fed until 13 weeks. At 5 weeks of age, when in good general health and developing normally, he had his first convulsion.
At 9 weeks, following two further convulsions, he was admitted to hospital. Apart from a head circumference of 42.5 cm (>97th percentile) there was no abnormality. Serum calcium, 'Present address: Department of Child Health, City Hospital, Nottingham NG7 2RD cerebrospinal fluid, skull X-ray and EEG were normal. Subdural taps were negative. He was treated with phenobarbitone and phenytoin.
At 11 weeks of age he had a further convulsion and was readmitted. Further enlargement of the head was noted but there was no papilloedema or other abnormality on physical examination. An air encephalogram showed slight dilatation of the ventricular system but normal movement of air to the superior sagittat sinus. The convulsions became uncontrolled despite anticonvulsants. Investigation revealed a serum calcium of 4.5 mg/ 100 ml (normal 8.5-10.5) serum phosphorus 6.8 mg/100 ml (normal 4.0-5.5) and serum magnesium 0.79 mg/100 ml (normal 1.5-2.8). Treatment with calcium, vitamin D and small amounts of magnesium was started. A good initial biochemical response was achieved but the convulsions were only briefly controlled.
By the age of 13 weeks, cedema and diarrhaea had developed and convulsions were more frequent. The serum magnesium fell and a week later it was 0.2 mg/100 ml. The serum calcium was 6.9 mg/100 ml. The infant at this time was pale, cedematous and unresponsive with a positive Chvostek's sign and frequent generalized convulsions. Treatment with intravenous magnesium sulphate resulted in immediate control of the seizures. Anticonvulsants were discontinued.
Investigations: On admission, normal hematology, including prothrombin time, serum iron, folate and vitamin B12; total protein was reduced to 4.1 (albumin 2.6) g/100 ml.
Liver function tests, urea, electrolytes and full urine analysis were normal. Fat, carbohydrate and nitrogen absorption were within normal limits and a jejunal biopsy showed no abnormality on light microscopy.
A protein-losing enteropathy was demonstrated using 51CrC12, 11 % of the intravenously administered isotope being found in the stool over a five day collection (nonnal 1-2%).
EEG showed a severe diffuse abnormality consistent with a biochemical disturbaee..Skull X-ray: widening of sutures batf n othef bony abnormality. Serial parathormone estimations: 105,40,50,40 and 70 pg/ml (normal 100-200) . At the age of 4 months, a three-day magnesium balance was carried out while the patient was receiving intramuscular magnesium supplements. This demonstrated a positive magnesium balance, but with abnormally high fmcal magnesium (Fig 1) . Normal absorption ofingested magnesium is 55-75%. Serum levels were consistently subnormal.
Treatment and progress: Owing to profuse diarrhoea, magnesium supplements were initially given as intramuscular magnesium sulphate 2.0 Serum Magnesium mg/lO ml MI. . However, oral magnesium chloride ig three times daily was finally found to be well tolerated, maintaining both calcium and magnesium levels within satisfactory limits. Supplements of calcium and vitamin D were discontinued. There was a general improvement in the neurological state and cedema. The rapid head growth slowed and no further convulsions occurred. A repeat 51CrCf2 study was carried out after four weeks' magnesium replacement, when there had been an improvement in serum albumin and (edema. Only 3 % of the intravenously administered isotope was found in the stool during a five-day collection (normal 1-2 %).
A second three-day magnesium balance study was carried out after seven weeks' magnesium replacement (Fig 1) . Oral supplements were discontinued prior to the study and a rapid fall in serum magnesium occurred. The results show a small positive magnesium balance, with normal renal conservation of magnesium. Abnormally high fical magnesium was recorded. Follow up: At 8 months of age there was normal growth and rapid developmental progress to within the lower limit of normal. Mild diarrhoea persisted. Oral magnesium supplements had been maintained continuously.
A further three-day magnesium balance study was carried out with the infant fed a low magnesium diet and supplemental magnesium given intramuscularly (Fig 1) . Serum magnesium levels remained stable in the normal range. A positive magnesium balance was maintained but faecal losses were high and exceeded the oral intake by 15%.
Serial parathormone estimations were <40, <40, 100, <40 and <40 pg/mi (normal 100-200) . Serum calcium phosphorus and alkaline phosphatase were within normal limits.
Comment
Primary infantile hypomagnesemia has been attributed to a specific malabsorption of magnesium (Friedman et al. 1967 , Paunier et al. 1968 , Skyberg et al. 1968 , Stromme et al. 1969 .
The presence of diarrhoea and protein-losing enteropathy in this case again suggests a gastrointestinal defect of magnesium handling. The improvement in oedema, serum albumin and protein-losing enteropathy following treatment with magnesium raises the possibility of these being magnesium deficiency effects. However, diarrhoea persisted and there was a contining need for magnesium supplements, suggesting a permanent defect of magnesium handling. The abnormally high ftcal magnesium demonstrated on all three balance studies may indicate magnesium malabsorption or secretion (Salet et al. 1966) . We have not determined the relative importance of these two mechanisms.
Hydrocephalus has not been reported in previous cases and in this instance appeared to be related to the period of symptomatic hypomagnesemia. However, raised intracranial pressure is known to occur in hypoparathyroidism. Parathormone has not been measured previously in hypomagnesemia and the finding of abnormally low levels under conditions which normally stimulate parathormone release, raises the possibility of an abnormality of parathyroid function.
